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Takotsubos Cardiomyopathy (TC) is defined as a non-ischaemic cardiomyopathy, 27 characterized by a sudden reversible weakening of the myocardium and can be triggered by 28 a physical or an emotional stress. TC is a disorder that is commonly confused with acute 29 coronary syndrome (ACS) and is a well recognized cause of acute heart failure and 30 ventricular arrhythmias. 31 TC syndrome was first recognized by Sato H and colleagues [115] ~ 23 yrs ago in the 32 Japanese population due to its characteristic pathological wall motion abnormality resulting 33 in a LV geometry that resembles a Japanese jar used for trapping the squids (tako) with a 34 round bottom and narrow necked (tsubo). TC syndrome is also known by other terms such 35 as transient left ventricle apical ballooning syndrome (TLVABS), stress-induced 36 cardiomyopathy (SIC), broken heart syndrome (BHS) or neurogenic stunned myocardium 37 (NSM). Ceblin and Hirch et al., in 1980 [1] and Dote K et al., in 1991 were among the first 38 who described this acute stress cardiomyopathy (ASC) syndrome in the Japanese population 39 [2], whereas, Desment WJ and colleagues (1998 -2001) [3] were the first who described during the summer months, contrary to the well-known winter peak of ACS [7] . However, it 48 parallels that of ACS in that there is increased frequency in the morning, and patients are 49 more likely to present on a monday [8] The classic type (apical variant): accounts for ~60% cases [10] , [11] is characterized by LV 55 mid and apical segment akinesis, with hyperkinesia of the base, resembling a traditional 56 Japanese octopus trap jar (''Tako-Tsubo''). Suggested anatomic and physiologic factors that 57 might be responsible for the occurrence of classic type are differences in its anatomical 58 sympathetic innervation and its enhanced responsiveness of to abrupt rise in circulating 59 catecholamines [12] . In addition, as the apical LV lacks a three-layered myocardium, 60 therefore, it loses its elasticity after excessive expansion and being a border zone of the 61 perfusion area of major coronary vessels it is prone to delay of functional recovery from a 62 global dysfunction [13] , [14] . The reverse type (inverted type): affects significantly younger 63 people [15] and presents with LV basal hypokinesis with preserved LV apical function [16] .
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The mid-ventricular type: accounts for ~40% [10] 
72
Trigger factors 73 TC is a heterogeneous condition and its exact aetiology remains uncertain to date but has a 74 unique feature that it has is a preceding emotional or physical trigger and it varies among 75 patients. It is possible that trigger factors can be absent, unidentifiable, or overlapping.
76
The most well known and documented trigger factors for TC the so called 'stressful events' 77 probably related to catecholamine surge are hypoglycaemia [20] of coronary arteries, and distributed in both the apical and mid planes of the LV, the signal 367 intensity decreases and completely resolves in many cases during chronic phase (> 4 weeks). 
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The contrast-enhanced sequence MRI shows no segmental LV perfusion defects in TC, 
